S Q, boy aged 6 History: Born in London at term to Pakistani parents. A sister had died aged 4 in Pakistan, probably from diabetic coma; 3 younger girls were alive and well. Neonatal period normal; bottle-fed. Went to Pakistan from February 1968 to August 1970 where he was alleged to have maintained full malarial prophylaxis. During this time, he developed abdominal distension, which was treated with 'hot needles' and eventually subsided. He continued to have occasional attacks of diarrhoea lasting 1-2 days. (Robards 1973) : no rise in light scattering intensity at 2 hours, consistent with malabsorption. Jejunal biopsy: normal histology (see Fig IA) . Enzymes: lactase 1.0 ,umol/min per gram (normal 5.7<2.0). Trypsin normal. Milk tolerance test: very poor insulin response, very small amino acid rise, blood glucose rise <7 mg/100 ml. VMA 1.1 mg/24 h; 5-HLAA 1.0 mg/100 ml. Immuno- Chloride content of stools never greater than 50 mEq/l, nor greater than the sum of sodium and potassium (normal). Sigmoidoscopy (Mr Swain): normal mucosa to 15 cm, watery fluid only seen. Barium meal and follow through and two barium enemas were normal.
Progress: Initial diagnosis was tuberculous peritonitis and he was therefore started on intramuscular streptomycin, oral INAH, PAS and pyridoxine. Because of worse diarrhoea, the PAS was replaced by rifampicin. His condition deteriorated and he required intravenous alimentation for 2 weeks. After one month's antituberculous therapy he became jaundiced and the rifampicin was therefore replaced by thiacetazone. Because there had been no significant improvement after 2 months of antituberculous treatment this was stopped.
After 3 months in hospital his weight had fallen to 11.6 kg and copious diarrhoea continued despite a disaccharide-free diet. Prednisolone was given empirically (7.5 mg 8-hourly). There was a dramatic improvemept in the number and the quality of the stools. At laparotomy 5 days later: spleen enlarged but macroscopically normal; small bowel normal; colon atonic and distended but no narrow segment. Biopsies of mesenteric glands, jejunum and liver showed reactive hyperplasia, normal mucosa and early cirrhotic changes respectively (see Fig IB) . Maintained on prednisolone for 2 months, after which time the dose was reduced and eventually stopped. The diarrhoea returned one week later so that prednisolone was restarted. The diarrhoea improved (stools 1-2 times per day, but not formed) and he remained well on 2.5 mg prednisolone twice daily., January 1973: repeat jejunal biopsy confirmed normal histology and persistent alactasia. Fiveday fat balance between markers: excretion of 11.7 g fat daily on an intake of approximately 60 g per day. However, a repeat fat load test (Robards 1973 ) was normal. Overnight gastric acid secretion (only a small volume was obtained): normal concentration of hydrochloric acid.
The steroids were stopped for a second time and when last seen he had had no treatment for one month, was gaining weight well, his appetite was good and his bowels open only 1-2 times per day, and stools were soft and loose. The spleen tip was still palpable.
Discussion
This boy undoubtedly has malabsorption as shown by a low serum iron and serum folate and a high fical fat excretion. The persistent alactasia could well be of racial origin. The chloride content of the stools was never greater than 50 mEq/l. nor greater than the sum of sodium and potassium thus excluding congenital chloridiarrheea (Evanson & Stanbury 1965) . Although he had a persistently low serum potassium and an acidosis which required treatment with sodium bicarbonate, his resting gastric juice acidity was within normal limits which excludes the 'watery diarrhcea syndrome' (Elias et al. 1972) . The repeated response to steroids is unusual and reminiscent of the response of children in a severe coeliac crisis. Despite normal levels of immunoglobulins this response suggests an immunological disorder so that further investigations will be undertaken in an attempt to discover the cause of persistent diarrh(xa.
Minor Epileptic Status with Contractures D L Jamison MB MRACP (for J Wilson PhD FRCP) (Department ofNeurology, Hospitalfor Sick Children, Great Ormond Street, London WCIN3JH) T S, girl aged 9 History: Walked at 18 months but has remained unsteady with frequent falls. At age 6, two weeks after influenza, she developed episodic weakness and incoordination of her right arm with myoclonic jerks, frequent head dropping and falls. Her speech became slow and her gait even more unsteady. At age 7 she had grand mal fits (phenytoin, later primidone given), dementia and weakness of left leg. Past history normal except for measles at 15 months.
Family history: No consanguinity; one normal older brother. A younger brother began falling with slowing of development and clumsiness at age 3i. Minor fits were noted with momentary unconsciousness, a slight jerk of his arm and slight disequilibrium. His EEG showed scant normal rhythms, excess irregular slow activity and frequent multifocal discharges. He improved dramatically after treatment with prednisone, pheneturide and nitrazepam. A paternal aunt has grand mal fits.
On examination (aged 7k): Thin irritable, grossly demented girl with only a few slurred words. Generalized hypertonia with reduced arm and
